using routine methods and analysed after trypsin G banding. In addition, lymphocytes were cultured with BrdU in order to demonstrate the late replicating X chromosome.
Both parents had normal karyotypes, but the proband's karyotype revealed an apparently balanced X;13 translocation: 46,X,t(X;13) (Xpter--Xql3: :13pll->13pter;13qter--13pll: :Xql3--Xqter) (figure). BrdU incorporation showed the normal X to be late labelling in all of 100 cells examined. As the normal X was late replicating in each cell, it was not possible to detect any spread of inactivation from the X to the 13 in the 100 cells examined.
Discussion
Although it is easy to see why unbalanced X; autosome translocations cause phenotypic abnormalities due to deletion or duplication of chromosomal material, carriers of balanced translocations are often phenotypically normal. However 
